Introduction
Sickle cell anaemia (HbSS) and sickle cell haemoglobin-C disease (HbSC) are the varieties of sickle cell disease usually encountered during pregnancy in Nigeria (Akinla, 1972) . The incidence, though low, is certainly increasing. This is because young girls with a chronic haemolytic anaemia who in the past readily succumbed to intercurrent disease and malnutrition are now, with improved medical facilities, surviving to child-bearing age (Hendrickse & WatsonWilliams, 1966) .
The characteristic crises and other complications of sickle cell disease tend to be more frequent and more severe during pregnancy than in the nonpregnant state, and this fact has a direct bearing on the associated high maternal morbidity and perinatal mortality rates (Akinla, 1972) . This is especially true of the skeletal complications.
During the period from September 1966 to December 1970, forty-four patients with sickle cell disease received ante-natal care and were subsequently confined in the Obstetric Unit of the Lagos University Teaching Hospital. The Hb genotypes of these patients were as follows: HbSS, sixteen patients; HbSC, twenty-six patients; HbCC, two patients.
A total of 6017 patients were managed in the unit during this period, and of these, 5465 had their Hb genotypes determined and recorded. The patients with sickle cell disease thus constituted 0-81°/ of this population. The maternal and foetal complications of the pregnancies in these patients as well as the eventual outcome have been the subject of a recent report (Akinla, 1972 (b) X-rays. The right hip showed considerable loss of joint space with bone destruction (Fig. 1) .
(c) Microbiology. Sterile pus was aspirated from the right hip on 12 November 1965, and from the left knee on 31 December 1965.
Treatment andfollow-up. The patient was in hospital for 6 months, and treatment consisted of rest, analgesics, sedatives, aspiration of pus, a high protein diet, folic acid tablets and prophylactic antibiotics and antimalarials. At the time of a follow-up attendance in September 1970 she was found to be 3 months pregnant, and was promptly referred to the Obstetric Unit.
At booking on 9 October 1970 she was 18 weeks pregnant, the LMP being 4 June 1970. The Hb was 10-1 g/100 ml. The pregnancy was uneventful till 36 weeks when a persistent breech presentation with extended legs was found. A lateral pelvic film showed a true conjugate of 12-2 cm, and at term the baby's weight was clinically assessed to be less than 7 lb (3200 g). A vaginal delivery was therefore allowed, but unfortunately ended in a fresh stillbirth, weight 61 lb (3000 g).
In July 1971 the patient was booked at 8 weeks for another confinement. The booking Hb was 9 8 g/100 During the puerperium, the patient developed acute osteomyelitis of the lower end of the right tibia and the middle of the left radius, confirmed by X-ray examination ( Fig. 2a and b) . It was treated with large doses of antibiotics followed by incision and drainage of pus from both affected sites. Proteus vulgaris and Escherichia coli sensitive to chloramphenicol were isolated from the pus, but no salmonella organisms were found. 1970. She was first diagnosed as a case of sickle cell anaemia (HbSS) at the age of 14, and had suffered several attacks of both haemolytic and infarctive crises.
She developed acute osteomyelitis of the upper end of the left humerus 4 months before she became pregnant. She was thin, emaciated and anaemic, Hb 7-3 g/100 ml. Uterine enlargement corresponded with the period of amenorrhoea.
The left upper arm was swollen just distal to the shoulder, and had a discharging sinus on its lateral aspect (Fig. 3) . X-ray examination of the left humerus showed evidence of acute osteomyelitis. Culture of pus from the sinus grew Salmonella edinburg sensitive to chloramphenicol, a course of which the patient received.
Labour commenced spontaneously at 38 weeks, and ended in the normal delivery of a live infant which weighed 5 lb 4 oz (2380 g).
Discussion
It is well established that bone and joint infections occur more commonly in patients with sickle cell disease than in normal individuals (Diggs, Pulliam & King, 1937; Widen & Cardon, 1961) . This is bebecause the bone changes of marrow hyperplasia, thrombosis, infarction, osteoporosis and reactive osteosclerosis seen in sickle cell disease may lead to avascu.lar necrosis and so predispose to the development of superimposed bone infections (Silver, Simon & Clement, 1957; Roberts & Hilburg, 1958) . Infarctive sickle cell crises are more frequent and more severe during pregnancy than in the non-pregnant state (Hendrickse & Watson-Williams, 1966; Akinla, 1972) . One can therefore understand the occurrence of avascular necrosis or osteomyelitis in the three cases here reported.
In the first patient, in whom avascular necrosis of the head of the femur occurred in 1965, recovery resulted in complete ankylosis of the hip joint and a shortened femoral neck. When she became pregnant 5 years later therefore she became exposed not only to the maternal complications of sickle cell disease (McCurdy, 1964; Akinla, 1972) but also to those that could arise from the bony lesion: it could become reactivated during pregnancy or the puerperium, and the altered gait and pelvic deformity could give rise to dystocia during childbirth.
Fortunately the patient went through two pregnancies without any crises or a reactivation of the bony lesion. A breech presentation however occurred in both pregnancies, and the bony deformity may have contributed to this malpresentation.
The second case behaved typically like one of sickle cell disease in that she had episodes of acute pyelonephritis as well as haemolytic and infarctive crises during pregnancy. In addition she suffered an attack of acute osteomyelitis following delivery by Caesarian section, probably brought about by the relative hypoxia that prevailed during anaesthesia and surgery.
In the third patient, acute osteomyelitis antedated but continued into pregnancy, and pus obtained from an overlying sinus grew salmonella organisms. 
Perinatal mortality
The perinatal loss in sickle cell disease is known to be high (McCurdy, 1964; Hendrickse & WatsonWilliams, 1966; Akinla, 1972 
